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WU-NK-101: an Enhanced NK Cell Therapy Optimized for Function in the Tumor Microenvironment (TME)
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Background WU-NK-101 Cytotoxicity is Not Hampered by Adverse TME as WU-NK-101 in Combination with mAb Increases Intra-Tumor Infiltration
Compared to cNK Cells and Persistence
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2 . . = WU-NK-101 exhibited enhanced/adaptive metabolic fitness contributing to resilience to an adverse,
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= WU-NK-101 showed potent cytotoxicity against tumor cells in vitro and in vivo, which could be further
enhanced by ADCC
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